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Résumé en
anglais
Catecholamines regulate white adipose tissue function and development by acting
through beta- and alpha2-adrenergic receptors (ARs). Human adipocytes express
mainly alpha 2A- but few or no beta 3-ARs while the reverse is true for rodent
adipocytes. Our aim was to generate a mouse model with a human-like alpha2/beta-
adrenergic balance in adipose tissue by creating transgenic mice harbouring the
human alpha 2A-AR gene under the control of its own regulatory elements in a
combined mouse beta 3-AR-/- and human beta 3-AR+/+ background. Transgenic
mice exhibit functional human alpha 2A-ARs only in white fat cells. Interestingly, as
in humans, subcutaneous adipocytes expressed higher levels of alpha2-AR than
perigonadal fat cells, which are associated with a better antilipolytic response to
epinephrine. High-fat-diet-induced obesity was observed in transgenic mice in the
absence of fat cell size modifications. In addition, analysis of gene expression related
to lipid metabolism in isolated adipocytes suggested reduced lipid mobilization and
no changes in lipid storage capacity of transgenic mice fed a high-fat diet. Finally,
the development of adipose tissue in these mice was not associated with significant
modifications of glucose and insulin blood levels. Thus, these transgenic mice
constitute an original model of diet-induced obesity for in vivo physiological and
pharmacological studies with respect to the alpha2/beta-AR balance in adipose
tissue.
URL de la
notice http://okina.univ-angers.fr/publications/ua7132 [34]
DOI 10.1677/jme.0.0290251 [35]
Lien vers le
document http://dx.doi.org/10.1677/jme.0.0290251 [35]
Autre titre J. Mol. Endocrinol.
Identifiant
(ID) PubMed 12370125 [36]
Liens
[1] http://okina.univ-angers.fr/publications?f[author]=10888
[2] http://okina.univ-angers.fr/publications?f[author]=10889
[3] http://okina.univ-angers.fr/soazig.lelay/publications
[4] http://okina.univ-angers.fr/publications?f[author]=10890
[5] http://okina.univ-angers.fr/publications?f[author]=10891
[6] http://okina.univ-angers.fr/publications?f[author]=10892
[7] http://okina.univ-angers.fr/publications?f[author]=10893
[8] http://okina.univ-angers.fr/publications?f[author]=10894
[9] http://okina.univ-angers.fr/publications?f[author]=23809
[10] http://okina.univ-angers.fr/publications?f[author]=10895
[11] http://okina.univ-angers.fr/publications?f[author]=10775
[12] http://okina.univ-angers.fr/publications?f[keyword]=1124
[13] http://okina.univ-angers.fr/publications?f[keyword]=6478
[14] http://okina.univ-angers.fr/publications?f[keyword]=964
[15] http://okina.univ-angers.fr/publications?f[keyword]=6087
[16] http://okina.univ-angers.fr/publications?f[keyword]=6200
[17] http://okina.univ-angers.fr/publications?f[keyword]=6103
[18] http://okina.univ-angers.fr/publications?f[keyword]=10970
[19] http://okina.univ-angers.fr/publications?f[keyword]=10973
[20] http://okina.univ-angers.fr/publications?f[keyword]=11010
[21] http://okina.univ-angers.fr/publications?f[keyword]=1075
[22] http://okina.univ-angers.fr/publications?f[keyword]=9152
[23] http://okina.univ-angers.fr/publications?f[keyword]=11011
[24] http://okina.univ-angers.fr/publications?f[keyword]=991
[25] http://okina.univ-angers.fr/publications?f[keyword]=1077
[26] http://okina.univ-angers.fr/publications?f[keyword]=10968
[27] http://okina.univ-angers.fr/publications?f[keyword]=968
[28] http://okina.univ-angers.fr/publications?f[keyword]=1102
[29] http://okina.univ-angers.fr/publications?f[keyword]=11012
[30] http://okina.univ-angers.fr/publications?f[keyword]=5941
[31] http://okina.univ-angers.fr/publications?f[keyword]=11013
[32] http://okina.univ-angers.fr/publications?f[keyword]=1456
[33] http://okina.univ-angers.fr/publications?f[keyword]=7827
[34] http://okina.univ-angers.fr/publications/ua7132
[35] http://dx.doi.org/10.1677/jme.0.0290251
[36] http://www.ncbi.nlm.nih.gov/pubmed/12370125?dopt=Abstract
Publié sur Okina (http://okina.univ-angers.fr)
